Rheumatic endocarditis may rarely be complicated by rupture ofthe mitral chordae tendineae. In all such cases reported hitherto, rupture has occurred in the chronic or quiescent phase of the disease. We report a case of rupture of the mitral chordae tendineae in acute rheumatic carditis.
murmur was detected. There were a few crepitations over the posterior base of the left lung. The liver was enlarged some 4 cm. below the right costal margin in the mid-clavicular line.
Laboratory investigations revealed a mild anaemia and a moderate leucocytosis. The erythrocyte sedimentation rate was raised to 40 mm. in one hour (Westergren) . Total evidence of early cardiac decompensation. On admission, the electrocardiogram showed only sinus tachycardia.
The fever subsided with penicillin and streptomycin therapy. The cardiac failure was controlled by digoxin, mersalyl, vitamin B1, and low salt diet. Two days after admission, he suddenly went into acute left ventricular failure. His condition improved after emergency venesection. A transient apical mitral mid-diastolic murmur was audible after this episode. There was no change in the loud apical pansystolic murmur. His general condition slowly deteriorated. The electrocardiogram three weeks after admission showed an incomplete right bundle-branch block. A week later he suddenly relapsed with acute pulmonary oedema and died.
Necropsy. The pericardial sac contained 100 ml. of straw-coloured fluid. The heart weighed 128 g.; the right ventricular wall was 0 5 cm. thick, the left ventricular wall 0-8 cm. The left atrium was slightly dilated with a rough patch 2 x 1 cm. on the posterior wall above the mitral valve. All the chordae tendineae ofthe anterior cusp of the mitral valve were torn, the cusp being unattached to the papillary muscle (Fig. a) . The apex of the papillary muscle was retracted and showed two minute chordal stumps each measuring 1-2 mm. mn length. The mitral cusps were slightly thickened but no vegetations or ulcerations were present.
Other gross findings were acute pulmonary oedema, mild hydrothorax, and a Meckel's diverticulum.
Histology. The sections of the heart showed extensive changes in the connective tissue. The collagen fibres, especially those in the endocardium and the valves, were swollen and more eosinophilic than normal. There was an acute inflammatory reaction, consisting mainly of polymorphs, this being very marked in the endothelium. The mitral valve showed conspicuous vascularization. A few typical Aschoff nodules consisting of central fibrinoid degeneration surrounded by Anitschow cells were present (Fig. b) . The ruptured ends of the chordae were covered by a thin layer offibrin indicating an antemortem rupture ( Fig. c and d) . No bacteria were demonstrable at the point of rupture or elsewhere.
Other microscopical findings were acute pulmonary oedema, acute centrilobular congestion of the liver, a few calcium crystals in the renal tubules, and resolving acute glomerulonephritis.
Discussion Rupture of the chordae tendineae of the mitral or tricuspid valve is rare. It most commonly occurs in a heart previously damaged by rheumatic disease with superadded subacute bacterial endocarditis (Hepper, Burchell, and Edwards, 1956; Osmundson, allahan, and Edwards, 1961; Menges, Ankeney, and Hellerstein, 1964) . Less commonly it can result from traumatic chest injury (Barber, 1944) or cardiac infarction (Hudson, 1965) . Some ruptures appear to be spontaneous (Frothingham and Hass, 1934) .
Rupture of Chordae Tendineae During Acute Rheumatic Carditis Frew (1931) described rupture of the mitral chordae tendineae in an 8-year-old girl some nine months after the onset of rheumatic fever with evidence of carditis. At necropsy, marginal thickening of the cusps was present in the tricuspid, aortic, and mitral valves with left ventricular hypertrophy. This would be the only published case suggestive of rupture of the mitral chordae tendineae in an exacerbation of rheumatic fever, but unfortunately there was no histological confirmation of an active rheumatic endocarditis or exclusion of superimposed subacute bacterial endocarditis.
In the present case, subacute bacterial endocarditis may be excluded by negative blood cultures, together with absence of embolic phenomena, valvular vegetations, or ulcerations, and bacteria in histological sections. Clinical diagnosis of acute rheumatic fever can be made on the basis of a history of fever, carditis, raised erythrocyte sedimentation rate, and high antistreptolysin titre. Necropsy and histological findings substantiate an early fulminating rheumatic carditis with extensive connective tissue changes, an exudative reaction, and Aschoff nodules beginning to make their appearance. 
